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The variations are large, but the results for urine are 1in
satisfactory agreement with the findings of Krusius (1940). From
adult rats he obtained an excretion of a -ketoglutaric acid of
0.07 mg/12 hr. on a high fat diet and 0.47 mg/12 hr, on a high
carbohydrate diet. For.the |excretion of pyruvic acid the range
on different diets was still larger, 0.,03-1.77 mg/12 hr., The blood
values are in a reasonable lagreecment with those for man (Kulonen
et al. 1952), We are unable to explain the large difference in
a ~-ketoglutaric excretion between the first and second experiments.
In the first the animals were larger, but this does not seem a
sufficient explanation. We jare rather inclined to believe that the
values for the first experiment are unreliable because of
contamination of the samples with faeces.

Gince the different experiments point in the same direction,
we suggest that the concentrations of pyruvic acid, and to a less
extent of‘aeketoglutari¢'acid, are increased in lathyrism both in
embryonic tissue and in blgod, but that their urinary excretion is
decreased. Considering the smaller bodyweight of the intoxicated
animals, the difference in the excretion is scarcely of metabolic
consequence., However, this is not certain, since excretion seems
to decrease immediately after the first consumption of the lathyrus
diet. ’ !

There was no obvious qualitative diffefence in the keto awvids
between normal and lathyritic tissues., Some possible intermediates,
for example; the'2,h-dinitrophenylhydraZOne‘of the glutamic semi-
aldehyde, may have migrated in chromatograms so near to- the front
that they escaped attention.
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Summar

The pyruvic and a-ketogiutaric acid concentrations were
moderately incredsed in ﬁ-aminopropionitrile»treated chick embryos
and in the blood of lathyritic rats, ;
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